could not have accounted for the patient's symptoms. We are forced to conclude that either galactose exerted a 'toxic' action in this premature baby, or our patient suffered from partial enzyme deficiency of the succus entericus or both. Dormandy et al. tested their babies repeatedly and found that the galactose-induced hypoglycwmia ceased to be demonstrable after the first few weeks of life. Now, at the age of I year, our patient still shows a fall in blood glucose lasting an hour after only S g of D (+) galactose. The galactose effect on the blood sugar level controlling mechanism appears to be so much more powerful than that exerted by glucose that we find some difficulty in accepting the explanation of Dormandy et al. that the prematurAe infant's controlling mechanism cannot distinguish between glucose and galactose.
The case has been presented here to draw attention to the deleterious effect which lactose, whole cowl's milk or galactose may have when given to premature babies. The dramatic improvement after withdrawal of lactose from the child's diet requires no further comment.
As the glucose oxidase method for determining blood galactose was not available to us when this investigation was carried out, all analyses with regard to blood galactose, urine galactose and feecal galactose were done by the circular chromatographic technique described by Kawerau (1960) Congenital Adrenal Hypoplasia P J N Cox BM MRCP M M, male, aged 4 months History: Fourth child of healthy parents. Siblings normal. Birth weight 7 lb 12 oz. Normal pregnancy and delivery. He fed slowly from the beginning, and lost weight steadily. Vomiting started at the age of 8 days, and when he was admitted at 16 days, this had become projectile and was occurring after all feeds. On admission: Wasting and dehydration; no definite skin pigmentation; genitalia normal. Investigations: Initial plasma electrolytes: sodium 108, potassium 10-0, chlorides 76&5 mEq/l. The electrolyte figures following treatment with salt and hormones are shown in Fig 1. Serum calcium 11 *2, inorganic phosphorus 7-4 mg/lOOml; fasting blood sugar 71 mg/100 ml, protein-bound iodine 6-0 Vg/100 ml. X-ray of abdomen showed no abnormal calcification.
Over a control period of two days 17-ketosteroid (17-KS) excretion averaged 0 4 mg/24 h, and 17-ketogenic steroid (17-KGS) excretion averaged 1-4 mg/24 h. ACTH was then given in a dose of 20 units per day for three days, intravenously on the first day and intramuscularly on the second and third days. On these three days the 17-KS excretion was 0-46, 1 3 and 0-5 mg/24 h, and the 17-KGS excretion was 1-3, 2-3 and 1-3 mg/24 h. Other results were: 17-KS 0-3, 0 4, 17-KGS 1-2, 1 6 mg/24 h. PregnanetriolO 1,0 1 mg/24 h. 1 l-ketopregnanetriol not detected. A 5-pregnenetriol not detected. Tetrahydrocortisol + tetrahydrocortisone excretion about 0 05 mg/24 h. Cortisol production rate by 14C dilution method 1-5 mg/24 h. Treatment: He is making good progress on cortisone 5 mg t.d.s. and 9a-fluorohydrocortisone 0 05 mg b.d. with 3 g per day of added salt. 4 9 9 7 9 9 10 1.l I? 14 Comment: This baby presented with the typical clinical and biochemical picture of adrenal insufficiency, such as may be seen in cases of adrenal hyperplasia or hypoplasia. In distinguishing between these conditions it is unwise to rely only on one or two determinations of urinary 17ketosteroids. The diagnosis in this case is based on repeated low levels of 17-KS, the absence of a response to ACTH, and low levels of pregnanetriol, 1 1-ketopregnanetriol, and A 5-pregnenetriol. A pituitary defect cannot be excluded with certainty at this stage, but it seems unlikely in view of the lack of response to ACTH. The cause of the adrenal defect in this case is not known. Some possibilities are: (1) Hemorrhage or infection in the newborn period.
(2) An intrauterine infection.
(3) An auto-immune reaction. (4) A metabolic block which affects the adrenal growth response to ACTH, as well as the secretion of cortisol. Most of the reported cases have been boys; probably this does not reflect the true sex incidence, but only the fact that a diagnosis of adrenal insufficiency is less likely to be considered in a girl than in a boy, if the genitalia are normal. Although the physiology is different, the treatment is essentially the same as in a case of adrenal hyperplasia. This baby is maintained satisfactorily on a very small dose of 9 a-fluorohydrocortisone in addition to cortisone and salt. With careful supervision hypertension need not be a problem with this regime. I prefer to use cortisone rather than triamcinolone or dexamethasone, either of which may introduce additional hazards. This patient will probably need lifelong replacement therapy, but the possibility of spontaneous recovery cannot be entirely excluded. Acknowledgment: I am indebted to Dr V H T James for the steroid studies in this case. Disseminated Granulomata Philip Evans MD H W, male, aged 8 years 11 months Family history: Father died of leukumia. One brother died before H W's birth, after a long illness with multiple abscesses. History: H W was below 3rd percentile in height and weight but had been healthy. At 7 years 3 months he had right inguinal herniorrhaphy; six months later a mass appeared in the scar and discharged pus. Excision of mass 2 x 2 x 5 cm showed testis unaffected but surrounded by granulation tissue. The cord was much involved. Microscopically tuberculoid lesions with large foreign body giant cells and central necrosis were seen. A few short chains of Gram-negative bacilli were found with some 'polar bodies' which were not acid-fast to the same degree as tubercle bacilli.
Fig I Involvement oflung and mediastinum
The liver was enlarged, the spleen became palpable, the external nares showed persistent erythema and induration, with a few miliary cutaneous nodules. Radiological examination showed extensive pulmonary infiltration and enlargement of paratracheal nodes (Fig 1) . The radiologist (Dr John Sutcliffe), recalling a similar appearance in another case, suggested examination of cesophagus and ureters. Barium swallow showed irregular peristalsis, dilatation and delayed emptying of the oesophagus (Fig 2) . Intravenous pyelography showed normal renal outlines but bilateral hydronephrosis with dilatation of ureters only as far as the pelvic brim (Fig 3) . 
